SUMMARY The metabolism and excretion of paracetamol was studied in an infant of 29 weeks' gestation who was exposed to the drug when his mother ingested 32.5 g 16 hours before delivery. We have confirmed that sulphation is the major pathway and that the mixed function oxidase system is sufficiently active at this gestational age to produce hepatotoxic metabolic products. As most of the recognised drug treatments for paracetamol poisoning seemed unsuitable in this case, the infant was treated with exchange transfusions.
We report a case of paracetamol poisoning in an infant of 29 weeks' gestation whose mother ingested paracetamol before delivery. Studies have shown that the human neonate can conjugate paracetamol predominantly by sulphation and also by glucuroni- - (1010) - (29) -(13/13) Her psychosocial problems made follow up of mother and child extremely difficult. The baby girl, birthweight 1.22 kg (25th centile), was born by spontaneous vertex delivery. There were no malformations and Dubowitz assessment confirmed the gestational age as calculated from the last menstrual period. The Apgar scores were 4 at 1 minute and 7 at 5 minutes. Endotracheal intubation was electively performed at 90 seconds. She subsequently developed hyaline membrane disease and required intermittent positive pressure ventilation for 4 days, continuous positive airways pressure for 2 days, and an increase in inspired oxygen concentration for a further 3 days. The cord blood paracetamol value was 500 ,umol/l (7*55 mg/100 ml) and no salicylate was detected. The aspartate transaminase was 86 IU/l, bilirubin 37 ,umol/l (2.2 mg/100 ml), and prothrombin time 28 seconds (control 13). She underwent exchange transfusions with whole donor blood at 4, 23, 28, and 41 hours after delivery (Fig. 1) . Penicillin and gentamicin were given prophylactically from day 0 to 7. Clinical jaundice was apparent on day 5 with a bilirubin value of 180 .tmol/l (10.5 mg/100 ml) (conjugated 6 tLmol/l), haemoglobin 12-2 g/dl, white blood count 6.5 x 109/1 (6500/mm3), platelets 155 x 109/1 (155 000/mm3) and normal blood film. Urinary reducing substances were negative. The bilirubin value fell to 90 Fmol/l (5.2 mg/100 ml) by day 8 and the jaundice was attributed to her prematurity. On day 11 she became unwell with bile stained vomiting and tachypnoea. Examination of the cerebrospinal fluid and examination of the blood culture did not show infection but she was immediately treated with ampicillin and gentamicin which was continued for 4 days. She Plasma paracetamol concentrations did not decrease continuously in the infant but showed a rebound effect after each of the first 3 exchange transfusions. This was probably because paracetamol sequestered in the tissues was released after each exchange before being subsequently removed from the circulation. Despite exchange transfusion, the plasma half life of paracetamol (26 hours) was considerably prolonged.
The plasma values of paracetamol and its metabolites are shown in Fig. 1 
